Introduction
Beta (β)-thalassemia is an inherited disorder characterized by the inability to synthesize sufficient β-glob in chain which is controlled by the gene located on the short arm of chromosome 11. β-thalassemia is a single-gene disease and has autosomal recessive pattern, especially observed in the in the Mediterranean Region countries, characterized by hemolytic anemia and microcytosis. Patients with β-thalassemia require life-long blood transfusion and iron chelation therapy ensure enough hemoglobin (Hb) level to prevent the accumulation of iron. While the rate of β-thalassemia carriers is 2% in overall country, but in some regions of Turkey ratio can be increase up to 10%. In much of the population (in a geographic area or ethnic groups), more than 90% of cases have been found to be limited by mutation of 5 to 6, which are the most commonly detected mutations such as IVS I-110 (G → A), IVS I-6 (T → C), IVS II-745 (C → G), IVS I-1 (G → A), FSC-8 (-AA), IVS II-1 (G → A) [1] - [6] .
In general, patients with β-thalassemia major have deletion mutations in a single gen, double-deletion mutation observed in our case. It was interesting observation the association of these mutations in Diyarbakır that was not found in the previous publications. (Figure 1) . Codon 8 (-AA) heterozygous deletion was found in mother's sample and codons 22/23/24 (-AAGTTGG) heterozygous deletion mutation was found in father's sample (Figure 1 ). Verbal and written consent was obtained from the family.
Case Presentation

Discussion
Large parts of β-thalassemia mutations are point mutations. Deletions are lesser extent [7] . β-thalassemia minor is a mild form of the disease. Individuals are heterozygous for the mutant allele. Morethan 200 mutations affecting the β-globin gene are now known to result in a phenotype of β-thalassemia. More than 40 of these mutations were reported in Turkey [8]- [10] .
Patient's mother's mutation were at codon 8 (-AA) and father's mutation were at codons 22/23/24 (-AAGTTGG). Both of them were heterozygous mutations and diagnosed clinically as β-thalassemia minor compatible with the hematologic parameters ( Table 1) . β-thalassemia major is observed in patients with homozygous or compound heterozygous with a mutant β-globin allele. Codon 8 (-AA) deletion mutation is often seen in Turkey, but codons 22/23/24 (-AAGTTGG) deletion mutation is rare [3] [11] . Codon 8 (-AA) and codons 22/23/24 (-AAGTTGG) compound heterozygous mutations have not been reported in Turkey yet. Homozygous form of these two deletions was published in the literature which was presented clinically as β-thalassemia major but there was no case presented as β-thalassemia major which had been having compound heterozygous of above mutations. Hematology parameters of homozygous and heterozygous mutations of codon 8 (-AA) and codons 22/23/24 (-AAGTTGG) are shown in Table 2 [8] [12] . Codons 22/23/24 (-AAGTTGG) heterozygosity and Codon 8 (-AA) mutation heterozygosity showed mild presentation separately. In spite of the absence of HbA in homozygosity of Codon 8 (-AA) mutation, compound heterozygosity of these mutations has led to a more dramatic statement in Hb value.
β-thalassemia major is usually diagnosed during the first two years of birth [6] . Symptoms emerge during the second six months of life when gamma globin chain production decreases and is normally replaced with the production of beta globin to form adult hemoglobin (Hb A, alpha2/beta2). The clinical expression of the severe phenotype is remarkably heterogeneous, depending upon a variety of factors that alter the burden of alpha-globin inclusions in the individual patient. When β-thalassemia major becomes clinically apparent during the second
